The RNA in chick embryo fibroblasts is degraded after infection of the cells by Newcastle disease virus (NDV) (Huo & Wilson, t969). The nucleases which cause this degradation may have been located in lysosomes which break down following virus infection, as is the case in poliovirus infected KB cells (Flanagan, t966 ). This latter observation suggested that the NDV induced degradation of cell RNA might be prevented by treating virus infected cells with an agent which stabilizes lysosomes. This hypothesis was examined using chloroquine diphosphate which has been reported to stabilize lysosomes in some cell types (Weissman, t964) and to cause lysosomal breakdown in other cell types (Fedorko, Hirsch & Cohn, t968). It was found that chloroquine did in fact protect the RNA of NDV infected cells, but not because it stabilized the lysosomes in these cells.
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Short communications (z.7.7. I6) were examined. A similar result was obtained by Fedorko et al. (t968) who showed that chloroquine caused lysosomaI breakdown and acid phosphatase release in mouse macrophages. Thus although chloroquine does protect virus infected cells, it must act in some, as yet unknown way rather than as a lysosomal stabilizer. 6"5 × 10 s 2" 5 x ie 7 4'5 X 10 7 2-8 x 1o 4 3-2 × IO ~ 1"8 x IO 7 4"0 × IO T Ten million cells were infected with 6 x io n p.f.u, of NDV, of which 2-8 x io 6 p.f.u.were actually adsorbed to the ceils. 
Short communications IO9
The results presented here indicated that virus replication may occur in the presence of chloroquine without degradation of cell RNA and inhibition of cell protein synthesis. Thus virus-induced injury to these cells appears to be a consequence of virus growth but not in itself a necessary event in the growth cycle of the virus. Cells were infected and exposed to chloroquine as described in the text. At IO hr after infection the overlay medium was removed and the cells were lysed with o' I To Triton X-Ioo in saline. Acid phosphatase was determined as described by Flanagan (1966) 
